of oculomotor and trochlear nerve involvement have also been reported.' With intracranial hypertension, changes in seventh nerve function are exceptional. Peripheral facial nerve palsy was observed in five individuals suffering from benign intracranial hypertension.78 In one additional patient facial myokymia has been observed, thus showing that, with intracranial hypertension, facial nerve involvement can result in axonal hyperactivity.
have also been reported.' With intracranial hypertension, changes in seventh nerve function are exceptional. Peripheral facial nerve palsy was observed in five individuals suffering from benign intracranial hypertension.78 In one additional patient facial myokymia has been observed, thus showing that, with intracranial hypertension, facial nerve involvement can result in axonal hyperactivity.
No clear explanation was offered as to the pathophysiology of the facial nerve involvement in intracranial hypertension, although it was felt that this dysfunction represented a non-specific pressure related phenomenon. In our patient, it is conceivable that the displacement of intracranial nervous structures related to the ArnoldChiari type I malformation played a role in the mechanism of this peculiar eyelid phenomenon, by allowing the seventh cranial nerve to be affected by elevation in intracranial pressure. Cases IV-1 and IV-2 were younger than 10 years and had no abnormalities at the time of examination.
Comment
To our knowledge this is the first report on the coexistence of RP and unilateral FHU in two family members. The dominant RP in the family described was of an early onset form with night blindness from childhood and macular involvement before 20 years of age. Besides their RP, the father and his son fulfilled all criteria of FHU as put forward by Franceschetti.4 The posterior subcapsular cataracts, although a known finding in RP,2 were more prominent in the eyes with the FHU. The occurrence of vitreous cells was symmetrical in the right and left eye of both persons, but is common in RP patients2 and thus could not be used as a criterion for FHU.
Five years after the identification of RP in case III-5, the first symptoms for FHU were noted.
This might suggest that the FHU was secondary to the retinal degeneration, but would not explain why the FHU was unilateral. Moreover 
